T HTS report is concerned with an electrocardiographic study of two patients, each of whom experienced two attacks of severe anginal pain within a short period of time. The observations made suggest that in each case the first attack was associated with the development of a small anteroseptal myo-(tardial infarct, whereas the second attack was related to the lateral extension of the iilitial lesion. The electrocardiograms illustrate the value of multiple precordial leads in the diagnosis of this sequence. In each case, the initial infarct was associated with relatively minor clinical manifestations and only T-wave changes in the standard and unipolar extremity leads (Figs. 1 and 3) . The precordial leads, however , show characterist,ic QRS and T-wave changes due to anteroseptal myocardial infarction in the leads from the extreme right side of the precordium (Case 1, Fig. 2 , Lead Vy, and Case 2, Fig. 3 , Leads V,, V.,, and V,).
The full import of the initial clinical manifestations might have been overlooked if multiple prec*ortlial Iclads, and particnlarly leads from the right side of the l~recortliam. had not been taken. This becomes still more apparent if Leads V 4 and Jr5 of the records taken after the initial infarct are examined; these display only T-wave inversion, which, albeit pronounced, in the absence of QKS changes, does not permit an electrocardiographic diagnosis of myocardial infarction. Therefore, it can be seen that standard limb leads and single precordial leads from the region of the cardiac apex would not have been as hrlpful in these cases as tracings of the type reproduced here. The even greater value of multiple precordial leads in these two cases is seen upon examination of the precordial electrocardiograms taken after the second attack of severe pain (Figs. 2 and 8) . Sinct> the changes in the QIW complexes are now recorded from a nlnch larger area, it is evident that the initial zone of infarction has grown larger by lateral extension. Although one could have suspected from the clinical picture that an extension of the original. infarct or a second infarct had occurred, the exact situation was not revealed until the multiple prec.ordial leacls were repeated.
In Case I, these records were made soon enough so that acute injury effects were also recorded (Fig. 2) , thereby further substantiating the impression that additional muscle had been infarcted.
This was not possible in ('MA 2 because the second set of records was not taken early enough t,o show such changes.
In Case 1, the standard and unipolar extremity leads also showed significant changes when the infarct extentled, particularly ill Leads I and VI,. This is usually the case in anterior and anterolatcral infarction. for these leads ordinarily reflect the form of tllc el~c~tl~oc~a~djo@ralll in T~etttls \';, aurl V,;. I'low ever, in Case 2, Leads I and VL do not display changes of similar degree, although they do resemble Lead VG, This difference is probably due to a slight difference in the position of the heart in the two cases. That this is true is supported further by the fact that, after t,he extension of the infarct in Case 2, the QRS complex in the unipolar lead from the left leg (VF) showed &-reater change than that from the left arm (V,).
Several recent reports hare pointed out that "premonitory" or "prodromal ' ' symptoms may precede myocardial ii~farction.2-'"
In both of the cases presented here, the symptoms accompanyin, v the initial infarct were of the type which have been reported as frequently indicating "impending" infarction.
Electrocardiograms taken on such patients during the interval between the onset of the prodromal symptoms and the occurrence of the myocardial infarct have usually been of normal form. However, in some of the records which have been published, there is inTersion of the T waves in Lead I, in a single precordial lead, or in both,. similar to that observed in the two cases reported here. On the other hand, in some cases of anteroseptal infarction (as shown by leads from the right side of the precordium, V1, Vzl and V,), the standard leads and precordial leads from the region of the cardiac apex (V,, V 5, and V,) are well within normal 1imits.l' Therefore, if multiple precordial leads had not been taken, thereby revealin, w that anteroseptal infarction had already occurred, the two patients discussed here might also have been considered to have experienced only premonitory symptoms. The extension of the original lesion which occurred a few days later would then have been erroneously considered tbe initial infarction.
The opinion that prodromal pain may actually be an expression of myocardial infarction in some cases has aIso been set forth by Dressler,12 as well as by earlier observers.". .'* " Bayley13-15 has shown that the T-wave changes in patients with symptoms of impending infarction are the result of myocardial ischemia. He has presented important new evidence regarding the nature and manner of development of such changes. The alterations in the T waves which he has observed both clinically and in experimental animals are very similar to those recorded in the t,wo cases presented here. However, the presence of si,gnificant QRS changes in the leads from the right side of the precordium in the records following the initial infarct indicate that, in addition to ischemia, actual infarction was present.
SUMMARY
Electrocardiographic studies are reported on two patients, each of whom had anteroseptal infarction, followed in a few days by lateral extension of the initial lesion. The worth of multiple precordial leads in the diagnosis of extension of such infarcts is illustrated.
Evidence is again presented that infarcts which are anteroseptal in location, as shown by diagnostic changes in leads from the right precordial area, often fail to produce equally significant changes in the limb leads.
It is suggested that, in cases of coronary arterial disease, some of the attacks of pain which have usually been considered prodromal symptoms of myocardial infarction, actualIy represent the development of a small, anterosepta,I infarct, and that the more characteristic symptoms of acute coronary thrombosis which often occur lat,er are due to an extension of this initial lesion. The true situation must be recognized, if such patient,s are to be properly treated.
